Previous short-term studies in the fetal sheep have shown that chronic hypoxia for just 24 to 48 h leads to progressive normalization of basal cardiac function but results in greater responses to acute events, consistent with augmentation of the chemoreflex (4). Furthermore, repeated hypoxia causes upregulation of immediate early genes in areas of the brain involved in regulation of sympathetic activity (10) . Even in the adult human, acute hypoxia, but not hypercapnia, leads to long-lasting sympathetic activation (13) . Central and peripheral factors are, of course, typically tightly coordinated, as shown by the observation that chronic intermittent hypoxia leads to an enhanced response to sympathetic stimulation, mediated by a decreased ability of NO to inhibit presynaptic norepinephrine release (9) . Such studies demonstrate that programming results in complex and sustained alterations in physiological control mechanisms. What we now need to understand are the consequences of such alterations. The work by Broberg and colleagues has highlighted the concept that physiological "memory" of fetal experiences can have important influences on the adult heart, but, unlike other studies, they have shown that this can be beneficial. Of course, what determines whether such influences are in the long-term "good" or "bad" remains the fascinating question.
